Objective: To report a rare case with central-variant posterior reversible encephalopathy syndrome due to sulfasalazine. Clinical Presentation and Intervention: A 55-year-old female patient presented with seizure and acute-onset hemiparesia. Thirty days earlier, treatment with sulfasalazine was commenced in response to a diagnosis of psoriatic arthritis. Laboratory examinations were normal. Brain magnetic resonance imaging showed symmetric edema within basal ganglia and thalami with sparing of the cerebral cortices. After stopping the treatment of sulfasalazine, clinical and radiological findings regressed dramatically. Conclusion: This was a case of central-variant posterior reversible encephalopathy syndrome due to sulfasalazine, and atypical imaging findings should be kept in mind for early diagnosis.
Introduction
Posterior reversible encephalopathy syndrome (PRES) is typically characterized as bilateral symmetrical vasogenic edema in the parietal and occipital lobes [1, 2] . In recent years, patients with PRES who had involvement of brainstem or basal ganglia lacking cortical or subcortical cerebral edema were reported [1, 3] . This rare radiological entity had been diagnosed as central-variant PRES [1] . This paper describes a patient with central-variant PRES due to sulfasalazine (SSZ) treatment.
Case Report
A 55-year-old female patient was admitted to our hospital with seizure, mild headache and acute onset hemiparesia. There was nothing remarkable other than psoriatic arthritis in the medical history. Thirty days earlier, treatment with SSZ (2 g/day) was commenced in response to the diagnosis of psoriatic arthritis. At the time of admission, her blood pressure was 120/80 mm Hg and her temperature was 37 ° C. Her blood pressure was normal during patient monitoring. Neurological examination revealed retrograde amnesia and mild right hemiparesis. The fundoscopic examination was normal. Serum biochemical and hematologic tests were within normal limits. Cerebrospinal fluid (CSF) analysis was also normal and CSF cultures were negative. An electroencephalogram showed Central-Variant PRES due to SSZ Med Princ Pract 2015;24:578-580 DOI: 10.1159/000437386 579 mild slowing of background activity particularly at anterior frontotemporal areas bilaterally. Cranial computed tomography was normal. Brain magnetic resonance imaging (MRI) revealed hyperintensity in basal ganglia, thalami, pons and white matter, with sparing of the cerebral cortices and subcortical white matter. The affected region had isointensity on diffusion-weighted imaging ( fig. 1 ). The antiepileptic drug was given for recurrent generalized seizures. SSZ was stopped. All neurological symptoms and signs resolved 5 days after SSZ was discontinued. On the 30th day after presentation, a new MRI showed resolution of the edema ( fig. 2 ). 
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Discussion
This case showed that central-variant PRES had occurred due to SSZ. In our patient, involvement of the basal ganglia, thalami, pons and temporal pole bilaterally, with sparing of the cerebral cortices and subcortical white matter, was consistent with central variant [1, 3] . In 2 previously reported cases of reversible encephalopathy caused by SSZ, it was suggested that the potential mechanism of encephalopathy induced by SSZ was delayed hypersensitivity reaction to SSZ or metabolites [4, 5] .
It may be a difficult differential diagnosis due to nonspecific clinical features and a diversity of radiological findings. Ictal or postictal state, progressive multifocal leukoencephalopathy, severe leukoaraiosis, cerebral autosomal dominant arteriopathy with subcortical infarcts and leukoencephalopathy (CADASIL), infectious encephalitis, acute disseminated encephalomyelitis, mitochondrial myopathy, encephalopathy, lactacidosis, and strokelike episodes (MELAS) syndrome, vasculitis, and ischemic stroke (watershed or posterior cerebral artery territory) may cause a similar clinical picture [1, 2] . In our patient, CSF analysis, tests for viral and all vasculitic markers were normal, and regression of the lesion on MRI could support our diagnosis.
The mechanism of PRES is thought to be from abnormalities in the cerebral autoregulatory and endothelial dysfunction. The most reported etiologic factors are hypertension and neurotoxic drugs. In PRES, 70-80% of the patients had moderate-or-severe hypertension. If the upper limit of autoregulation is exceeded, cerebral blood flow increases and there is a breakdown of the blood-brain barrier. Thus, fluid and blood products exude into the brain parenchyma [6] . In central variant PRES, endothelial cell dysfunction occurring within smaller, perforating vessels supplying the brainstem and basal ganglia is thought to be the pathophysiological process.
Immune system activation leads to endothelial cell activation with release of various mediators in PRES with normal blood pressure. Moreover, endothelial surface antigens and leukocytes increase, then a blood-brain barrier dysfunction occurs leading to vasogenic cerebral edema [7] . In our case there was no history of hypertension and her blood pressure at presentation was at a normal level.
Conclusion
This was a case of central-variant PRES due to SSZ, and atypical imaging findings should be kept in mind for early diagnosis.
